Introduction
Trigeminal sensory neuropathy as a manifestation of systemic sclerosis was first described by Beighton, Cumnel and Corner in 1968 . The authors reported a 66-year-old woman who presented with bilateral sensory loss in the second division of the trigeminal nerve. Over a few weeks involvement of all 3 divisions of the nerve on both sides of the face occurred. Concurrently she complained of Raynaud's phenomenon, a polyarthritis, muscle weakness and skin changes.
Three further cases are reported in which trigeminal sensory neuropathy was the presenting feature of systemic sclerosis.
Case reports Case 1
The patient, a 63-year-old woman was well until late 1971 when she noticed numbness of the left side of the face which progressed rapidly to involve the contralateral side and the circumoral area. She also noticed numbness of the tongue. She Trigeminal neuropathy has been described in systemic sclerosis (Beighton et al., 1968; Ashworth and Tait, 1971) , disseminated lypus erythematous (Ashworth and Tait, 1971 ) and mixed connective tissue disease (Sharp, 1975) . In the latter disease, neurological system involvement occurs in 10% of cases and trigeminal neuropathy is said to be the commonest neurological disorder (Sharp, 1975) . These 3 patients were diagnosed as having systemic sclerosis on their clinical presentation and abnormal laboratory findings. The failure to find ENA in the patient in whom it was sought suggests that she did not have mixed connective tissue disease (Sharp et al., 1972) .
In the first case of trigeminal sensory neuropathy in systemic sclerosis described, trigeminal neuropathy was the presenting symptom. Ashworth and Tait (1971) added 5 further cases to the literature and it is noteworthy that fifth nerve involvement occurred within 3 years of the appearance of the disease. Evolution of the neuropathy was rapid and complete within weeks as it was in our patients with the exception of the third. The neuropathy in the patients reported here and in those previously described (Beighton et al., 1968, Ashworth and Tait, 1971 ) was a sensory neuropathy presumably on the basis of a vascular lesion within or around the gasserian ganglion (Spillane, 1975) .
Trigeminal neuropathy can occur without evidence of other disease. Trophic changes may occur in the skin of the nose in the affected areas of such patients (Spillane, 1975) . In other diseases causing trigeminal neuropathy the natural history is somewhat different. In sarcoid, granulomatous lesions and neoplasm the onset is said to be insidious; progression of the lesion is slow and all 3 divisions of the nerve are affected.
In these 3 patients the onset of the neuropathy was in accord with previous accounts of such occurrences and led to extensive neurological investigation before the diagnosis was established. All 3 patients have or had active systemic sclerosis. Two had significant pulmonary abnormalities and 2 marked myositis. All had troublesome Raynaud's phenomenon. Certainly one if not 2 died of the cardiac complications of the disease. On these grounds it is thought that the occurrence of trigeminal neuropathy implies a poorer prognosis in systemic sclerosis than an earlier report suggests (Ashworth and Tait, 1971) . It is also suggested that the symptoms of trigeminal neuropathy may antedate the onset of systemic sclerosis, but that other signs and symptoms of systemic sclerosis usually become obvious at or shortly after the appearance of the neuropathy. This applies particularly to Raynaud's phenomenon. An awareness of this presentation of systemic sclerosis and the history of its progression might avoid invasive neurological investigation.
